were blocked from undergoing neurogenesis by excovered some of the intrinsic mechanisms that unpressing a constitutively active (ca)Notch receptor. By derlie this fate restriction. In addition to timing, new using a cre-based recombination approach, the castudies suggest that the location of cell cycle exit in Notch was recombined out at later stages of corticothe cortical germinal zone may also contribute to corgenesis, and the double-transfected cells were able to tical neuron specification.
presses the generation of CR cells at later stages of cortical neurogenesis. In the Foxg1 mutants, the entire telencephalon is dramatically reduced in size (Xuan et al., 1995), indicating the general importance of this factor for the expansion of telencephalic progenitors. However, the rudimentary cortex present in these mutants contains a remarkable number of neurons that exhibit phenotypes of CR cells. Interestingly, if Foxg1 gene expression is disrupted when deep layer cortical neurons are being produced, the progenitors appear to revert to generating CR fates. Whether subplate neurons, which are generated around the same time as the CR cells in the preplate, are equally affected in these mutants remains unclear. It is important to mention that a recent study (Takiguchi-Hayashi et al., 2004) has shown that many CR cells derive from a site adjacent to the forming neocortex, the caudomedial wall of the telencephalon. Thus, the Foxg1 mutant phenotype could also represent an alteration in spatial patterning, with CR-producing domains expanded at the expense of 
